3.4% (SD), with 95% confidence limits of92.1-94.9%. Tolerancelimits for95% and p = 0.05 were 84. 6-102.4% (that is, 95% of such extractions will result in recoveries of 84.6-102.4%). Recoveries for some other common barbiturates in urine at concentrations of 10 mg/L were 103.7% ± 8.6% (SD) for allobarbital (n = 6 throughout), To investigate the effect of various relative or common drugs, a mixture of phenytoin, mephenytoin, glutethimide, bemegnide, trimethadione, phensuximide, tolbutamide, sulphametine, bromisoval, chlorpropamide, amidopyrine, phenacetin, ephedrine, "aspirin," codeine, caffeine, chlorpromazine, ascorbic acid, and aminophylline was prepared in 10 different drug-free urine samples (50 mg/L for each drug). Urine blanks and urine samples with interfering substances plus sodium phenobarbital (10 mg/L) were also extracted. When the color reaction was performed and all three tests (probe of urine blank, probe of urine with interfering substances, and probe or urine with interfering substances plus sodium phenobarbital) were compared with the blank, there were no visible differences between the blank and the tests except for the test containing interfering substances plus barbiturate.
When primidone (50 mg/L) was added to the drug mixture, however, there was a slight color difference between the blank and the test sample. This slight interference may be eliminated by an alternative procedure: instead of 3 mL of carbonate solution, add 3 mL of water, shake, discard the water phase, and wash the blank and the test sample by repeatedly shaking with about 3 mL of water; then compare the test with the blank.
Experimental evidence indicates a 30-s extraction is quite sufficient for the effective transfer of barbiturates into the ether phase. Emulsions are formed very rarely, and the pH ofurinesamples is not critical within a wide physiological range of 4.5 to 8 (the urine samples examined in these studies had pH from 4.9 to 7.7). However, some old urine samples, especially in forensic cases, might have a highly alkaline pH (more than 8), which must be corrected by the addition of a mineral acid (1 mol/L).
I do not recommend this method for precise quantitative determination because of the poor stability of the color complexes.
The high specificity of the procedure depends mainly on the composition of mercury(II)-drug complexes. Under the described conditions, barbiturates form mercury complexes in the ratio of 1:1 with the mercuric chloride of the reagent, whereas other related drugs such as glutethimide, phenytoin, bemegride, etc., if they form any mercury complexes, react in the ratio of 1:2. Barbiturate-mercury complex is bound to mercury-dithizone chelate, which is accompanied by a color change in the presence of pyridine. In the 1:2 mercury complexes, all binding sites on mercury are saturated with drug donors, so that no bond to mercury dithizonate can be formed. A separate study on the formation and probable structure of the complexes formed will be published elsewhere.
In my previous paper (1) We took five of each of the five types of blood-collecting tubes, removed the stoppers, and discarded the tubes. We took 35 clean, sterile glass tubes and placed 2.0 mL of the pooled serum into each of 30 of them, and 2.0 mL of distilled water into each of the remaining five. All the water blanks and five of the serum tubes were then capped with clear polystyrene stoppers; the rest of the serum tubes were capped with the colored rubber stoppers from the blood tubes. All the tubes were then placed on rocker-action mechanical mixers for 3 h. 
B. C. Davidson

Lack of Effect of 2,3-Dimercaptopropanol on Activation of Plasma ReninPrecursors
To the Editor:
Because of the increasing interest in active and inactive renin, we investigated the effect of 2,3-dimercaptopropanol on the activation of plasma renin precursors. N-Ethylmaleimide reportedly inhibits the conversion of high molecular weight inactive renin to the active form of lower molecular weight during extraction from porcine kidneys (I), and ithasbeen used as an inhibitor in investigations of activerenin (1) (2) (3) . This is in harmony with the suggestion that conversion of renin into its active form is catalyzed by an agent(s) requiring free sulfydryl groups, which N-ethylmaleimide blocks (1). On the other hand, 2,3-dimercaptopropanol ("British anti-Lewisite") is a well-known agent for cleaving disulfide bridges (and thereby liberating free sulihydryl groups) and has been widely used in estimations of plasma renin activity (PRA), as part of a system of inhibitors preventing angiotensin I degradation (4) (5) (6) (7) (8) (9) CK-MB NAC-activated kit, the percentage MB activity in each sample was constant, about 40%. The Merck reagent includes antibody to inhibit M subunits, and it is assumed that all M subunit activity is inhibited, that only B subunit activity remains, and that B subunit activity remaining in the sample generally derives from CK-MB.
When the same samples were examined by cellulose acetate electrophoresis with fluorescence scanning (detection limit, 3 U/L at30#{176}C), onlyCK-MM and -MB activity were observed and the percentage MB was again constant, but only about 11%. Visual inspection of the electrophoretic strip confirmedits proportion to be small as compared to
MM.
To resolve thediscrepancy, we further examined the samples afterseparation on DEAE-Sephadex, using the
